Introduction
Sclerochoroidal calcification (SCC) is a benign ocular condition often noted incidentally on examination of elderly individuals [1] . Clinically, it is characterized by yellow or yellow-white lesions in the postequatorial fundus, most often in the superotemporal quadrant, which commonly appear flat but can also be elevated, mimicking a choroidal tumor. The lesions may be single or multiple and are often bilateral [2, 3] . B-scan ultrasonography demonstrating acoustic shadowing characteristic of calcification can help confirm the diagnosis. Enhanceddepth optical coherence tomography (OCT) shows the lesions arising from the sclera with thinning or absence of the overlying choroid [4] . In the vast majority of cases, SCC is idiopathic but may be associated with secondary causes of hypercalcemia. Despite the benign nature of SCC, it can lead to atrophy of the overlying retinal pigment epithelium (RPE) and, rarely, secondary choroidal neovascularization, which can be vision-threatening [2] . Herein, we describe a case of choroidal neovascularization associated with SCC.
Case Report
A 72-year-old male was referred to the ocular oncology service for evaluation of suspicious choroidal lesions in both eyes found incidentally on routine eye examination. Best-corrected visual acuity in both eyes was 20/20. Intraocular pressure was within normal limits, and anterior segment examination was unremarkable. Fundus examination of the right eye revealed several ill-defined, yellow-white choroidal lesions with areas of discrete calcification and overlying RPE atrophy in the superotemporal and inferotemporal quadrants. Two similar lesions were present along the temporal arcades in the left eye. The superotemporal lesions in the right eye were associated with a hemorrhagic pigment epithelial detachment (PED) along the temporal border ( fig. 1 ) . B-scan ultrasonography of the right eye revealed multiple areas of plaquelike, dense calcification of the sclera causing shadowing of the orbit consistent with SCC ( fig. 2 a) . OCT through the superotemporal areas of calcification showed an irregular elevation of the choroid and retina with thinning of the choroid most prominent at the lateral edges of the lesion ( fig. 2 b) . OCT also confirmed the presence of a hemorrhagic PED with surrounding intraretinal fluid ( fig. 2 c) . Fluorescein angiography (FA) revealed blockage due to the subretinal hemorrhage and late staining of the SCC without obvious leakage from a choroidal neovascular membrane (CNVM; fig. 2 de). Although the fluorescein angiogram was unrevealing, the clinical appearance was highly suggestive of choroidal neovascularization associated with SCC. Given the hemorrhage was outside of the macula and no CNVM was identified, observation was recommended. A work-up for systemic hypercalcemia was undertaken and did not reveal any abnormality.
The patient was referred back 7 months later due to concern for enlargement of the choroidal lesions. Vision was unchanged. Fundus examination revealed an increase in size of the known hemorrhagic PED, which had now become dehemoglobinized ( fig. 3 a) . Indocyanine green angiography (ICG) confirmed the presence of a CNVM along the posterior margin of the PED ( fig. 3 b, c) . Given the enlargement of the PED, active leakage on ICG, and potential for extension of the PED into the macula, treatment was recommended. The patient received a total of 3 bevacizumab injections (1.25 mg/0.05 ml) over the course of 6 months.
On his 6-month follow-up examination, there was significant improvement in the size of the hemorrhagic PED; however, FA revealed a persistent CNVM. Given the persistent CNVM and the anticipated treatment burden of multiple intravitreal injections, photodynamic therapy was performed. On follow-up 3 months later, a new subretinal hemorrhage was noted, and FA confirmed the presence of an active CNVM ( fig. 4 ) . Given the incomplete response to photodynamic therapy (PDT), argon laser photocoagulation was performed. At 1 month of follow-up, the subretinal hemorrhage had resolved, and there was no evidence of active leakage on FA or OCT.
Discussion
Choroidal neovascularization is a rare complication of SCC. To date, there have been 3 case reports in the English literature. Cohen et al. [5] described a CNVM in a patient with SCC associated with a history of hyperparathyroidism successfully treated with argon laser photocoagulation. Leys et al. [6] reported a second case in a patient with secondary hyperparathyroidism. The lesion was treated with argon laser photocoagulation, and there was no recurrence over the 7-year follow-up period. In their case series of 38 eyes with SCC, Honavar et al. [1] found only 1 case of CNVM, which did not affect central visual acuity and remained stable without treatment through 1 year of follow-up.
Given the tendency of SCC lesions to remain outside the macula and thus the low probability of vision loss 237 from an associated CNVM, observation may be the best initial course of action. However, our case demonstrates that these patients need to be followed closely as exudative lesions can continue to enlarge over time and may eventually involve the macular area with potential for vision loss. Should treatment be warranted, careful consideration should be given to the location of the CNVM. In our case, the CNVM responded well to bevacizumab injections; however, the need for continued injections in a patient whose central vision was uninvolved proved burdensome. Argon laser photocoagulation was more effective than PDT in our experience and may be a good option in a patient with an extramacular CNVM. 
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